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ORIGINAL ARTICLES 


A Review of Infant Mortality in New Mexico 
and the Bordering Mexican States 


(Section II) 


Roy F. Gopparp, M.D., Albuquerque 
STANLEY J. LELAND, M.D., Santa Fe 
Joun C. Coss, M.D., Baltimore 


Programs Which Have Contributed to Lowering 
Infant Mortality in New Mexico 


During the past five years in the State of New 
Mexico there has been a concentrated effort by 
various organizations to cooperate in programs 
which would reduce the infant mortality and 
morbidity in the State of New Mexico. 


A. Statewide Programs 
1. New Mexico Medical Society 


In 1955 the New Mexico Medical Society 
organized a Committee on Maternal and Infant 
Mortality to study the problem in New Mexico 
and what might be done by the medical society 
to aid in improvement of the situation. 


This Committee has now been in existence for 
over four years and has made considerable pro- 
gress in getting the doctors of the state to fill out 
forms on infant mortality and morbidity, including 
specifically three types of information sheets, (a) 
neonatal mortality, (b) infant deaths over the 
age of 28 days, and (c) stillbirths. 


These reports are filled out by the doctor and 
sent to the Division of Vital Statistics in Santa Fe 
where they are re-typed and given a code number. 
Each case is then referred to study committees of 


*Published in three sections in successive issues of SOUTH- 
WESTERN MEDICINE. 
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which there are four pediatric study committees, 
one stillborn,.and one maternal study committee. 


These committees meet and discuss the indi- 
vidual case and classify the cause of death into 
preventable, non-preventable, error in medical 
judgment, error in medical technique, etc. The 
committee then returns this form to the State 
Health’s Maternal and Child Health Division 
where it is reviewed and placed in the Vital Sta- 
tistics of the State of New Mexico and incorporated 
into the statistics of the committee. 


At the 78th Annual Meeting of the New Mexico 
Medical Society in May 1960, an entire afternoon 
session was devoted to “Problems of the Newborn”, 
at which time the Maternal and Infant Mortality 
Committee reported on the work they had been 
doing in the last four years, Chairmen of an 
Obstetrical Committee and Pediatric Committee 
gave reports specifically on those aspects of the 
problem in New Mexico. 


This was followed by a symposium on the “Im- 
provement of Perinatal, Morbidity and Mortality” 
with visiting physicians from other sections of the 
United States presenting some of the programs 
which are going on in other parts of the country." 


215 


ATE 
co 


Another whole day of the Medical Society’s 
program was set aside for a “Symposium on In- 
fectious Disease Control in the Hospital,” which 
is very closely integrated with infant mortality and 
staphylococcal outbreaks in hospitals. This pro- 
gram was jointly sponsored by the Public Health 
Committee of the New Mexico Medical Society 
and the New Mexico Department of Public Health. 


In addition to the above programs which the 
New Mexico Medical Society has instituted, it 
has encouraged exhibits on infant mortality at its 
State Meetings. One such exhibit was “An Ap- 
proach to the Problem of Neonatal Mortality.”” 
Another was “The Problem of Infant Diarrhea in 
New Mexico”, prepared by the New Mexico Medi- 
cal Society’s Committee on Maternal and Infant 
Mortality and presented at the 78th annual meet- 
ing of the New Mexico Medical Society in May 
1960.'* Such exhibits are designed to acquaint the 
physicians of the State with some of the problems 
that exist in New Mexico and encourage them to 
be more conscientious in the care of newborns 
and in reporting their deaths and attempting to 
get complete autopsies on those infants who suc- 
cumbed. 


2. New Mexico Department of Public Health 


In Figure 8 are outlined some of the programs 
which the New Mexico Public Health Department 
has initiated to help improve the overall situation 
in New Mexico: (1) prenatal clinics are held 
throughout the state, as well as (2) well-child 
conferences for follow-up of infants and immuniza- 
tion programs; (3) assistance to medically indigent 
patients is given, with reference to complicated 
deliveries, premature infants, and other special 
situations (particularly in the County of San 
Miguel) . 


New Mexico Public Health Department Programs 


1. Pre-natal Clinics 

2. Well-child Conferences 

3. Medical indigent assistance (complicated de- 
liveries, premies) 

4. Post-natal nursing visits 

5. Vital Statistics Studies 


Figure 8 
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You will recall from Figure 6 that San Miguel 
has the highest infant mortality rate in the: State 
at the present time, with a very low per capita 
income and a very high percentage of infants born 
out of wedlock. The State is trying to assist this 
county and has planned to help in other counties 
where it is indicated. 


Other programs consist of (4) post-natal nursing 
visits, at which time public health nurses visit 
the home and instruct mothers in post-natal care 
of the infant. Needless to say, (5) the Vital Sta- 
tistics studies, which are being conducted by the 
State Health Department, are an important part 
of the program in New Mexico. We hope that in 
the years to come such diagnoses as immaturity 
will no longer be accepted, as they are not now 
in many of the states of the United States. Cer- 
tainly, in the past ten years the Department of 
Vital Statistics has begun to collect the first real 
figures of any meaning to the State in this respect. 


The New Mexico State Health Department has 
collaborated with the Communicable Disease Cen- 
ter of the National Public Health Department and 
the American Academy of General Practice in 
sponsoring a course in January of 1957 on “Epi- 
demiology of Infant Mortality in the State of New 
Mexico”.’ An entire morning was spent with the 
participation of doctors from the Infant-Maternal 
Mortality Committee, of those in hospital and re- 
search programs, and participants from the New 
Mexico Public Health Department. 


3. Division of Indian Health, United States Public 
Health Service 


The Division of Indian Health of the United 
States Public Health Service has been vitally 
interested in the infant mortality and morbidity 
in the Indian population in New Mexico. In their 
studies they have offered some interesting figures 
for the total Indian population. Comparative sta- 
tistics are becoming available for the different 
tribes, the Navajos, the Pueblos, the Apaches, and 
other Indian tribes. 


From these data many interesting statistics are 
available; for example, in 1955 there were con- 
siderably more deaths among the Navajos than 
the Pueblos. This may be influenced by several 
factors, including the growth of the Navajo pop- 
ulation from 9,000 in 1868 to 85,000 today, or an 
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increase of almost 1000 per cent. The Pueblo race, 
on the other hand, has remained more stationary. 
Similarly, in 1957 in the Navajo population, the 
number of live births per 1000 women of child 
bearing age (15-44) was 220; it was 163 for the 
non-whites in the United States, and 117 for the 
white population in the United States. Compara- 
tively, in a sample of the Navajo population at 
Many Farms, Arizona, the number of infant deaths 
per 1000 women of child bearing age was 22 in- 
fants for the Navajo; nine for the non-white, and 
three for the white population in these years."* 


INDIAN INFANT DEATHS 


NEW MEXICO 1987 
CAUSE BY AGE AT DEATH 


47123485 6789 
MONTHS 


AGE AT DEATH USPHS, Div of indion Health 


Figure 9 


In figure 9 Indian infant deaths in the State of 
New Mexico for the year 1957 are plotted by the 
age at death, and by causes. Under the age of one 
month the primary causes of death are immaturity 
and atelectasis. From the first to the tenth month, 
pneumonia and accidents become a very signifi- 
cant factor, and diarrhea is probably the most 
significant factor from the age of two to seven 
months. Other charts by the Indian Health Serv- 
ice show that the predominance of diarrhea occurs 
during the months of July, August, and Septem- 


B. Local Programs 


Many Counties and cities throughout New 
Mexico have instituted programs locally to im- 
prove the mortality-morbidity situation. As an 
example, the Dona Ana County Medical Society 
has instituted prenatal clinics, staffed by the pri- 
vate physicians of the Medical Society. 


The City of Albuquerque has five medical hos- 
pitals in which maternal and newborn services are 
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infant Mortality per |,000 Live Births 


in Albuquerque Hospitals 
1959 
4 
Albuc, 
20+ q 


Batoon St Joseph Sondic Bose Presbyterion BCIH 


Figure 10 


an integral part of the hospital (there are two 
Osteopathic Hospitals, which also maintain those 
services; data from these hospitals is not available 
at this time). 


In figure 10 the over-all mortality rate in 1959 
for the entire City of Albuquerque was 22.8 per 
1000 live births; for the Bataan Memorial Meth- 
odist Hospital, 16.2; St. Joseph’s Hospital, 16.7; 
Sandia Base Army Hospital, 18.6; Presbyterian 
Hospital, 23; and the Bernalillo County-Indian 
Hospital, 41. Essentially, then all of the private 
hospitals and the Army Base Hospital have a 
mortality rate of 20 or less (Presbyterian Hos- 
pital’s figures for the two years, 1958-1959, is 19.9 
per 1000 live births. The high of 23 here is due to 
the higher percentage of premature infants born 
in 1959). 


The Bernalillo County-Indian Hospital patients 
receive less adequate prenatal care with a high 
percentage of the patients being of Indian and 
Spanish extraction and of poor socio-economic 
background. Many of these factors contribute to 
the doubled rate of this hospital as contrasted to 
the private hospitals. (Preliminary statistics in the 
Community Obstetrical Study in Hartford, Con- 
necticut, show a similar relationship between the 
City hospital and the four private hospitals par- 
ticipating in that study)."* It is significant that 
each of. these Albuquerque hospitals has an Infant 
Mortality Committee and they are now meeting 
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together to try to improve procedures for the 
entire City of Albuquerque. 


In addition to the medical profession and hos- 
pital staffs which are cooperating in improving 
this mortality-morbidity situation in infants in the 
various cities, some of the lay organizations have 
taken an active part in helping out with this prob- 
lem. 


The Albuquerque Kiwanis Club, a_business- 
men’s organization, has accepted the Bataan Pre- 
mature Nursery Center of the Bataan Memorial 
Methodist Hospital as one of its primary projects 
for the past six years. This club donates $1,000 per 
year to this Center. For the first four years, the 
money was appropriated for the purchase of 
equipment, and during the last two years it has 
been divided, half for equipment and half for the 
care of indigent patients and special nursing care 
for these premature infants. 


It is hoped some day that the various Kiwanis 
Clubs throughout the State of New Mexico will 
support this program and refer infants from the 
various towns to the Bataan Hospital Premature 
Nursery Center, with each individual club spon- 
soring financially the patient they refer. 


OF Hospital Programs 


A number of the individual hospitals through- 
out the State have instituted programs of their 
own. Most of these hospitals now have Maternal- 
Infant Mortality Committees, as well as Infectious 
Disease Committees. These Committees meet ac- 
tively to discuss the causes of infant death and 
whether they are preventable or non-preventable. 
A number of these hospitals have printed their 
own special forms for the convenience of their hos- 
pital staffs, in addition to filling out the forms of 
the New Mexico Medical Society’s Infant Mor- 
tality Committee Study. 


Figure 11 shows comparative data for three 
representative hospitals. The first represents a 
small compact unit, the smallest county in the 
State, Los Alamos, with a population of about 
13,500. There is a high percentage of doctors per 
1000 population, and a high per capita income. 
Presumably the most ideal conditions in the State 
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Couses of infant Death in Three New Mexico Hospitols 
with infant Mortality Rate of 20 per |P00 Live Births 
1958-1959 


Los Alamos Botoon Presbyterian 
No Deliveries 700 1500 5300 
% of all deaths : 
Premature infants Congenital Maiformations 
prematurity multiple Couses 


Figure 11 


exist at the Los Alamos Medical Center. Approxi- 
mately 350 deliveries per year (or 700 in two 
years) occur in this hospital. 


The second hospital is the Bataan Memorial 
Methodist Hospital in Albuquerque, where con- 
siderable research has been done in infant mor- 


- tality. This hospital averages 750 to 800 births per 


year (or 1500 during the years 1958-59). The 
third hospital is Presbyterian Hospital in Albu- 
querque. This hospital is the largest maternity- 
infant center in the State, averaging between 2,600 
and 2,700 births per year (or 5,300 for the years 
1958-59). 


The causes of death have been separated into 
five main headings by percentage of the total 
deaths. For example, the per cent of all deaths 
that were premature infants was 79 for Los Ala- 
mos, 71 for Bataan and 54 for Presbyterian. The 
per cent of all deaths for which the primary cause 
of death was prematurity alone as a diagnosis was 
43 per cent in Los Alamos, 16 at Bataan and 32 
at Presbyterian. 


Abnormal pulmonary ventilation did not figure 
in the deaths at Los Alamos during these two 
years, but constituted 52 per cent of the total 
primary cause of all deaths at Bataan and 40 per 
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cent at Presbyterian. Congenital malformations 
constituted 21 per cent of all deaths at Los Ala- 
mos, 13 per cent at Bataan and 10 per cent at 
Presbyterian. Those infants who died as a result 
of multiple causes, (i.e. prematurity, abnormal 
pulmonary ventilation, intracranial hemorrhage, 
congenital malformations, etc.) average 57 per 
cent of all deaths at Los Alamos, 71 per cent at 
Bataan and 25 per cent at Presbyterian. Compara- 
tive studies such as these bring us closer to the 
causes and control of infant mortality and mor- 
bidity in each of our own individual hospitals. 


Maternal-Infant 
Mortality Committee 


. Obstetrician 

. Pediatrician 

. Anesthesiologist 

. General Practitioner 

. Pathologist 

. Nursing representative 

. Medical Records Librarian 


Figure 12 


One of the first programs to be set up in each 
individual hospital should be the organization of 
a Maternal-Infant Mortality Committee. Figure 
12 lists the members of such a committee: an 
Obstetrician, Pediatrician, Anesthesiologist, Gen- 
eral Practitioner, Pathologist, Nursing Represen- 
tative, and the Medical Records Librarian. 


The functions of this committee should be to 
meet every three or four months and review all 
infant deaths; to assign to them the specific causes 
of death, and whether these were preventable or 
non-preventable. In the case of the Bataan Me- 
morial Methodist Hospital’s Committee the NB-3 
sheet on each infant that has died is reviewed and 
filled out as well as the New Mexico Medical So- 
ciety’s form. These forms are then returned to the 
Vital Statistics Department in Santa Fe. 


In the case of Bataan Memorial Methodist Hos- 
pital this Committee also encourages a breakdown 
of these infant deaths into those dying under the 
age of one day, during the first week, during the 
period seven to twenty-eight days, and from twen- 


Clinico-Pathological Findings in Neonatal Deaths (under one day) 
BATAAN MEMORIAL METHODIST HOSPITAL — 1952-1955 


Abnormal Pulmonary Ventilation” 
Birth Babies Atelectasis} Hyaline Intra- Other 
Apgar| Memb Aspiration Congenital)... 

no. |% total] Score | dif-| seg- (vernix) Heart ** Significant 

(gms.) fuse |mental | usual |modified Hemorrhage Pathology 
3/200} 0-6/1] - 2 — 

100I- | - (Interstitial 
1500 | 2] '3.35) 3-5 | 2] — | | — fibrosis, pancreas) 
15Ol- | - Infection 
2000 | 2 |!335) 4-6 | |" | | — (pneumonia, feta!) 

2500 5 | 333 2-5 | | 2 | | | 2 |-Blood dyscrasia 

over 1-Cause of 
2500| 5 3} 2 death unknown 
TOTAL | 15 4| 7 6 2 5 3 4 4 


*9 infants had abnormal pulmonary ventilation, cause of death in 6 cases, 


3 had extensive intracranial hemorrhage. 


** 4 infants had congenital heart disease; cause of death in 3 cases. 
3 had abnormal pulmonary ventilation, | had intracranial hemorrhage. 


Figure 13 
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ty-eight days to one year of age. They similarly try 
to examine the clinical impression as it compares 
with the pathological findings, encouraging com- 
plete autopsy on all babies of all ages. In figure 13 
the findings in 15 infants who died under the age 
of one day in the period 1952-55 have been 
thoroughly analyzed with reference to the birth 
weight group, and the Apgar method of scoring 
the infant’s clinical condition (based on heart rate, 
respiratory effort, muscle tone, reflex irritability, 
and color.) 
Abnormal pulmonary ventilation includes (1) 
atelectasis, whether that be diffuse or segmental, 
(2) hyaline membrane syndrome — the usual 
picture or a modified type of hyaline membrane; 
and (3) aspiration of caseum vernix. Intra-cranial 
hemorrhage and congenital heart disease were the 
other two most important factors; other significant 


pathology is listed in the last column, These data 
show the importance of obtaining pertnission for 
a complete autopsy. Although nine infants had 
abnormal pulmonary ventilation, this was be- 
lieved to be the primary cause of death in only 
six cases; the remaining three infants had ex- 
tensive intra-cranial hemorrhage in addition. 


Four infants had congenital heart disease which 
was the primary cause of death in three cases; 
three of these infants also had abnormal pul- 
monary ventilation, and one had intra-cranial 
hemorrhage. From such tables as this we believe 
it can readily be demonstrated that no infant dies 
of prematurity alone, but rather from multiple 
causes of death. Such analyses stress the impor- 
tance of obtaining complete autopsies on all in- 
fants. 


CAUSES OF NEONATAL MORTALITY (Under one day) 


Bataan Memorial 
Methodist Hospital 1952-1955 


40% 
Abnorma' 
Pulmonary 
Pathology 


6.6% Miscellaneous 


20% intracranial Hemorrhage 


6.6% infections 


6.6% Blood Dyscrasias 


Figure 14 


In figure 14, the causes of death have been 
diagramed accordingly for the years 1952-55. 
The primary cause of death was believed to be 
abnormal pulmonary pathology in 40 per cent of 
all deaths; intra-cranial hemorrhage in 20 per 
cent, congenital heart disease in 20 per cent, 
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infections in 6.6 per cent, blood dyscrasia in 6.6 
per cent, and miscellaneous .causes in another 6.6 
per cent. Charts such as'this give us an idea of 
what our most significant problems are and how 
we should improve them. 
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Evaluation of Triclobisonium Chloride* in the Treatment 


of Pyogenic Infections of the Skin 


Cuar.es S. LIncoin, Jr., M.D.- 


Ray C. Norpstrom, M.D. 


Berkeley, Calif. 


The two organisms most frequently cultured 
from primary and secondary skin infections are 
Streptococcus pyogenes and Staphylococcus aureus, 
the latter being nearly always present in secondari- 
ly infected dermatoses.’ These are just two of the 
cutaneous microorganisms implicated in the in- 
creasing problem of changing patterns of resis- 
tance to antibiotics which has accompanied the 
widespread use of these drugs.** 

Comparisons of the susceptibility of strains of 
the same bacterial species isolated before and 
during the course of local antibiotic therapy of 
pyodermas seems to indicate. that more sensitive 
strains are eliminated and replaced by flora that 
are more resistant to the antibiotic.* Another prob- 
lem encountered with antibiotic therapy is the 
increasing number of hypersensitivity reactions, 
many of which are manifested as skin eruptions,’~'° 
a situation especially undesirable in treating cu- 
taneous disorders. 


The discriminate use of topical medications is 
therefore imperative; if possible, topical antibiotic 
therapy should be avoided, and chemotherapeutic 
agents substituted.’ 


Triclobisonium chloride, a bisquaternary am- 
monium compound, appears to be a highly effec- 
tive antibacterial agent in the management of 
superficial infections in the skin. Jn vitro studies 
show that the drug has a marked inhibitory effect 


*Triburon® Hoffman-La Roche Inc., Nutley, N. J. 
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on the growth of most of the common organisms 
cultured from pyogenic infections of the skin.'*™ 
Clinical results have supported these data, 
and have also shown that it is exceptionally 
well tolerated producing a minimum of irrita- 
tion.'*-'4-!-20 Tt was decided therefore to evaluate 
the bacteriologic and clinical effectiveness, and 
patient tolerance of triclobisonium chloride in pa- 
tients with superficial pyodermas. 


15-18 


Materials and Methods 


A total of 175 patients ranging in age from 
infancy to old age was treated with triclobisonium 
chloride, either plain or in combination with hy- 
drocortisone for a variety of dermatoses; all of 
them had a pyogenic element—either primary or 
secondary in nature. The patients were divided 
into two groups according to the medication used. 


Group I (89 patients) received triclobisonium 
chloride plain for the dermatoses summarized in 
Table I which included infectious eczematoid 
dermatitis, infantile eczema, impetigo, ‘folliculitis, 
acne, furunculosis and others. The patients ap- 
plied the ointment two to three times daily and 
duration of treatment varied from a few days to 
six weeks. During the first half of the study, 
the patients in this group used triclobisonium 
chloride ointment in a Carbowax base and during 
the latter part, the same medication in a vanishin 
cream type base. 
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TABLE I 
Summary of Results With Triclobisonium Chloride 


No. of| Response No 
Pa- No | follow 
Diagnosis tients Exc. | Good Fair | imp. up 
Infectious 
eczematoid 
dermatitis 
Neurodermatitis 
Infantile eczema 
Nummular eczema 
Stasis eczema 
Impetigo 
Folliculitis 
Furunculosis 
Carbunculosis 
Acne 
Superficial fungus 
infection 
Rosacea 
Stasis ulcer 
Postoperative 
wounds 
Dermabrasion 
Electrodesiccation 
Ecthyma 
Dermatitis 
herpetiformis 1 1 
Pemphigus 1 1 


Totals 89} 13| 56] 14 3 3 


10 1 


Foo 


15.1% |65.1% |16.3%| 3.5% 


Group II (86 patients) used triclobisonium hy- 
drochloride cream in combination with hydrocor- 
tisone for a variety of inflammatory and infected 
dermatoses including atopic dermatitis, contact 
dermatitis, seborrheic dermatitis, psoriasis and 
others. These are summarized in Table II. The 
cream was applied two to three times daily and 
duration of treatment varied from one to eight 
weeks. 


Bacteriological and sensitivity studies were per- 
formed on 44 patients some of whom are in- 
cluded in this study, whereas others who did not 
receive triclobisonium chloride are not included 
in the results of treatment. The following organ- 
isms were isolated from the infected areas: Staph. 
aureus, Staph. albus, Pseudomonas aeruginosa, E. 
coli, alpha-hemolytic streptococcus and others list- 
ed in Table III. 


The sensitivity studies were done by the “disc” 
technique. In addition to triclobisonium chloride, 
20 antibiotics or other topical chemotherapeutic 
agents were also tested (Table III). 


The patients were usually observed at weekly 
intervals and the results were valuated on the basis 
of the following criteria: control of infection, 
pruritus and inflammation, progression of wound 
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TABLE II 


Summary of Results With Triclobisonium 
Chloride Plus Hydrocortisone 


No. of Response No 
Pa- No | follow- 
Diagnosis tients | Exc. | Good| Fair | Imp. up 
Contact dermatitis 20 6 12 
Atopic dermatitis 5 2 3 
Solar dermatitis 2 1 1 
Dermatitis 
venenata 
(over-treatment 
dermatitis ) 10 2 7 1 
Pruritis ani and 
vulvae 3 1 1 1 
Seborrheic 
dermatitis 16 2 10 2 1 1 
Psoriasis 10 1 4 3 1 1 
Herpes simplex 1 1 
Herpes zoster 1 1 
Otitis externa 18 8| 10 
Totals 86; 48) 11 2 3 
26.5% |57.7% | 13.3%| 2.4% 


healing and improvement of the underlying dis- 
ease process. The response was classified according 
to the degree of improvement as “excellent,” 
“good,” “fair,’ or “no improvement.” Patients 
who did not return were classified as “no follow- 


” 


up. 
Results 


Group I: Of 89 patients who used triclobisonium 
chloride plain, 13 had complete resolution of 
symptoms. Fifty-six had a good response with 
almost complete clearing of the symptoms and 
in 14 patients with partial clearing of symptoms 
the response was fair. There was no improvement 
in three patients and no follow-up in three. 


The vanishing cream type base proved to be 
more effective than the ointment preparation. For 
cosmetic reasons it was preferred by some of the 
female patients and its use in hairy areas was 
more acceptable to all patients. Responses with 
the cream were better than with the ointment 
when used in intertriginous areas, 


Several patients complained of a burning sen- 
sation, which was attributed to the ointment base 
(Carbowax). There were no similar reactions to 
the cream. This was the only side effect observed 
throughout the study. 


Group II: Twenty-two of the 86 patients who 
used triclobisonium chloride cream in combina- 
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TABLE III 


Results of Bacteriological and Sensitivity Studies with Triclobisonium Chloride 
and Other Topical Antibiotic and Chemotherapeutic Agents 


Zo 
Drug é gigi#sis ~ | & | ele au | 
Chloromycetin 10 sg. (6) | (16) | (8) | (2) | (3) | (2) (2) | 
Erythromycin 10 #g. (6) | (46) | (8) | | | (3) (2) a) @) | a) *| (1)_ 
Neomycin 10 ug. (6) | (i) | (7) (2) (3) | (2) |) | 
+ + ++ — | +++ = 
Penicillin 1.5 units (6) | (16) | (8) (1) | (3) (2) (2) | wl 
++ | + ++ = + — | +t [+444 
Penicillin 10 units (6) | (16) | (8) | (1) | (3) (2) (2) | ay, 
Polymixin B 10 units (6) | (9) (7) | (2) (3) | (2) |G) | a) | a) (1) 
+ ++ | ++ | +4 — + —— $44 — [4444] 
Streptomycin 10 sg. (é) | | | | ay (3) (2) | ay ay 
= + +  — + | | + - 
Terramycin 10 ug. (5) | (16) | (8) | (2) | (1) | (3) tol | (1) | (2) | ay | (1) 
+ ++ + ++ + - 
Tetracycline 10 ag. 6) | | lar | | (14) | (2) | a) | | a) 
Gantrisin 1.0 mg. 6) | | a) (3) 3) | | (2) | a) | a) a) 
Sulfadiazine 1.0 mg. | | @ | | a | a) | (2) | a) 
+ + ++ - +t = 
Triple sulfa 1.0 mg. (5) | (16) | (8) | (2) 3 2 | 4 
Triacetyloleandomycin (3) (13) (5) (2) (1) (1) (1) (1) mee 
Nitrofurazone ) 
Sulfadimethoxine (2) (3) (2) (1) 
Bacitracin (2) (3) (2) (1) 
Novobiocin J (4) (15)>| (7) (2) (1) (1) (2) (1) (1) (1) (1) (1) 
(1) (4) (2) (1) 
Triclobisonium chloride rey (16) | (8) (2) (1) (3) (2) (1) (2) (1) (1) (1) 
Code 
++++ extremely 
sensitive 
tit moderately 
+ sensitive 
resistant 
( ) no. of strains tested 
Coagulase-positive, hemolytic. 
**Coagulase-negative, hemolytic. 
‘Coagulase-negative 
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tion with hydrocortisone had complete clearing 
of cutaneous lesions. The response was rated as 
good in 48 of the patients and fair in 11. Two 
had no improvement and there was no follow-up 
in three cases. 


Results of the sensitivity studies summarized in 
Table III, show that none of the organisms were 
resistant to triclobisonium chloride. One strain of 
Pseudomonas aeruginosa was moderately sensitive 
to the drug and all other strains were extremely 
sensitive. Pseudomonas organisms were extremely 
resistant to most of the antibiotics tested, and 
many strains of staphylococci and streptococci were 
resistant or moderately sensitive to many of the 
commonly used antibiotics, 


Discussion 


From the laboratory and clinical data obtained 
in this study, it is our conclusion that triclobi- 
sonium chloride is as effective in the treatment 
of superficial dermatoses with an infectious com- 
ponent as local antibiotic preparations. The sensi- 
tivity studies indicate that triclobisonium chloride 
has a much greater activity than the antibiotics 
or other topical chemotherapeutic agents tested 
against the usual pathogens in cutaneous lesions. 
Although the correlation between in vitro tests and 
clinical data is sometimes questionable and not 
always accurate, the excellent clinical results ob- 
tained in this study indicate a rough correlation. 
In addition, the development of resistant strains 
to triclobisonium chloride is probably delayed or 
perhaps even prevented.'' Furthermore, the un- 
usually low incidence of side effects observed with 
this drug, is an advantage over many of the com- 
monly used antibiotic preparations, and like other 
chemotherapeutic drugs, its cost is low compared 
with antibiotics. 


Summary 


One hundred seventy-five patients with a va- 
riety of pyogenic skin disorders were treated 
with triclobisonium chloride, either plain or in 
combination with hydrocortisone. 


Of the 89 patients who used triclobisonium 
chloride plain, the response was excellent in 13, 
good in 56, and fair in 14. There was no improve- 
ment in 3 patients and no follow-up in 3. 
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Eighty-six patients used triclobisonium chloride 
in combination with hydrocortisone and the re- 
sponse was excellent in 22, good in 48, and fair 
in 11. Two had no improvement and there was 
no follow-up in 3. 


Bacteriologic and sensitivity studies performed 
on 44 patients (some of whom are not included 
in this study) indicated that triclobisonium 
chloride has a much greater activity than the 
antibiotics or other topical chemotherapeutic 
agents tested against the usual pathogens in cu- 
taneous lesions. 


Several patients complained of a burning sen- 
sation when the ointment was applied. No such 
complaint was made when the cream was sub- 
stituted. This was the only adverse reaction ob- 
served throughout the study. 
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Clinical Pathological Conference 
R. E. Thomason General Hospital, E] Paso 


F. P. Bornstein, M.D., Editor, 
Presentation of case by Dr. E. S. MoncAaN 


History: Dr. Nathan Kleban: 


A 28-year-old Latin-American woman entered 
the hospital on Nov. 10, 1960 in the 24th week of 
her first pregnancy complaining of difficult breath- 


ing. 


On Feb. 19, 1959 the patient was admitted to 
this hospital with a three week history of swelling 
of the face and legs and a sore throat, of four days 
duration. Temperature was 102, blood pressure 
162/90, pulse 112, respirations 24, weight 125 lbs. 
The face was slightly swollen. Throat was hyper- 
emic. There was 1+ pitting edema of the legs. 
Blood counts were: 12,800 WBC; 10 eosinophiles, 
76 segs., 10 lymphs., 4 monos; hb. 10.5 gms; ht. 32. 
Although betahemolytic streptococci were reported 
on throat swab culture, anti-streptolysin O titer 
was only 12 Todd units. Blood urea nitrogen values 
of 11.7, 18.7, 33.8, 28.8 and 22.8 mg. per cent were 
reported. Creatinine was 0.6 mg. per cent. 


Urine albumin ranged from 2+ to 4+. Hyaline, 
fine and coarse granular casts were reported. On 
admission there were 2-5 WBC and occasional 
RBC per high power field. There was no growth 
on one urine culture, coliform organisms on a later 
one. Nine-one million cells were reported on an 
Addis count, 44 WBC and 47 RBC. Specific grav- 
ity ranged from 1.003 to 1.019. Urine was ob- 
tained daily by catheterization for analysis. 


Serum albumin was 3.6, globulin 1.6 gms. 
per cent. There were blood sugars of 372 and 88 
mg. per cent, with a glucose tolerance test maxi- 
mum value of 185 at one hour, and 160 and 133 
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mg. per cent at two and three hours. When re- 
peated the 30 minute value was 278, one hour 
284, two hours 165, and three hours 108 mg. per 
cent. Other blood chemistries were within normal 
range. 


Chest X-ray and electrocardiogram were nor- 
mal. 


A low salt diet, procaine penicillin and chloro- 
thiazide were prescribed, with diuresis weight de- 
creased from 125 to 111 lbs. Temperature was 
below 100 after the second day, 99 or lower after 
the 14th day. Blood pressure ranged from 162/100 
to 96/70. Sulfamethoxypyridazine (Kynex), nitro- 
furantoin (Furadantin) and prednisone were pres- 
cribed later during the hospital course. Physical 
findings were not recorded on March 27, 1959 
when the patient was discharged. 


She was not seen again until her second and 
final admission on Nov. 10, 1960 when she was 
able to relate only that she had suffered breath- 
lessness, backache, and swelling of the legs for 
six days. 


Before 1959 the patient had been in good 
health. She had experienced no similar illness, 
had no antecedent sore throat, had no known 
previous kidney trouble or elevation of blood 
pressure. 


Father and mother were dead. The father had 
high blood pressure and both parents had heart 
trouble. 
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Physical Examination: 


Breathing was labored in the sitting position. 
There was striking pallor. Blood pressure of 
220/120 dropped to 187/78 after parenteral reser- 
pine 5 mg. and phenobarbital. Edema of the legs 
was 2+. Crepitant rales were heard over both 
lung fields. Heart rate was 140, rhythm regular. 
There were no murmurs heard. The fundus of 
the uterus was slightly above the umbilicus. Neck 
veins were engorged. Respirations 24. Tempera- 
ture 100. 


Hospital Course: 


In addition to reserpine and phenobarbital, 
medication consisted of rectal aminophylline, oxy- 
gen, digitalis, oxytetracycline (Terramycin), 
Chlorothiazide, and packed RBC from three units 
of whole blood over a five day period, which 
raised the hematocrit from 16 to 30 and the 
hemoglobin from 5.3 to 3.8. An obstetric consul- 
tant advised attempting to carry the patient to 36 
weeks, then to do vaginal delivery. 


During and after the first packed red blood 
cell transfusion the patient complained of right 
chest and left shoulder pain for which she was 
given sublingual nitroglycerin with unrecorded 
effect. 


By the following day breathing was comfortable. 
Blood pressure dropped to 160/80. Except for the 
initial elevation, there was no fever during the 
first week. Blood pressures varied between 220/160 
systolic and 110/56 diastolic. The patient felt 
better, was able to walk to the bathroom, began 
to eat well, and was comfortable. Twenty-four 
hour urine output varied between 825 c.c. and 
1350 c.c. On Nov. 15 urine voided was 1025 c.c. 


Intermittent cramping abdominal pain with 
three yellow liquid stools marked a reversal in 
the patient’s improving course on the night of 
Nov. 15. 


Termination of the pregnancy was decided 
upon on Nov. 16. Pitocin was started by I-V drip 
at 4 p.m. Membranes were ruptured at 7 p.m. 
A dead male infant was delivered vaginally at 
9:30 p.m. Blood pressure was 170/90 at 10 p.m. 
From 7 a.m. to 3 p.m. urine output of 200 c.c. 
was recorded. Except for a few drops there was 
no additional output that day. 


226 


On November 17 the patient’s condition was 
described as “extremely poor.” She was restless, 
confused, uncooperative, Respirations , became 
slow and irregular, blood pressure dropped to 
128/50. Levarterenol (Levophed) was started I.V. 


Peritoneal dialysis with Abbott’s Impersol was 
started that afternoon and continued for 48 hours, 
until the patient died. The volume in was 28,000 
c.c.; the volume out 28,475 c.c. Fifty mg. Heparin 
was added to a solution twice and 1.0 gm. tetra- 
cycline four times. A total of one liter of 10 per 
cent glucose/D.W. was given I.V. over a 48 hour 
period. Thirty units of insulin was added on two 
occasions, chlorothiazide and aminophylline on 
one, and levarterenol on the last day when se- 
vere hypotension developed. At this time the pa- 
tient received 1000 c.c. of 5 per cent glucose/D.W. 


Urine output on Nov, 17 was 180 c.c., on Nov. 
18, 500 c.c., and on Nov. 19, 25 c.c. 


On Nov. 18 the patient seemed clinically im- 
proved, was conscious and able to talk, but only 
for a short time. Despite a lowering of blood urea 
nitrogen from 124 to 71 mg. per cent and of potas- 
sium from 8.1 to 4.3 mEq/L, blood pressure drop- 
ped to zero, and breathing stopped eight hours 
later on Nov. 19. 


Electrocardiogram, Nov. 10, 1960 showed sinus 
tachycardia. P-wave in Lead II notched. Atrial 
damage. 


X-rays: Chest—11-10-60—Conclusion: Findings 
consistent with cardiomegaly with accompanying 
congestive failure. Findings consistent with bilater- 
al pneumonitis. 


Chest and flat of abdomen—11-15-60—Re-ex- 
amination of the chest and comparison with films 
taken 11-10-60 reveals marked improvement of 
the previously observed changes consistent with 
pulmonary edema and accompanying pneumonitis. 
There is no significant increase in the size of the 
cardiac silhouette. Conclusion: Marked improve- 
ment. 


Survey film of the abdomen reveals a single, 
approximately five or six months fetus presenting 
cephalically. The pelvis is gynecoid in type. The 
fetal parts appear natural. There is no evidence 
of hydramnios. Conclusion: Single, approximately 
five to six months fetus. 
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Clinical Discussion: Dr. E. S. Mongan 


In a complicated case I like to pick out one 
finding that seems to be both pertinent and defi- 
nitely proven and do a differential diagnosis on it. 
In this particular patient the finding that I have 
chosen is the proteinuria, since in the 40 urinalyses 
that this patient had during her three hospitaliza- 
tions here, protein was found in every specimen. 
Normal individuals pass anywhere from 40 to 
100 mg. of protein in their urine every 24 hours. 
This level is below that picked up on our routine 
urinalyses, however. 


Although we customarily refer to it as albumin- 
uria, it has recently been shown that most of the 
protein is actually a gamma globulin differing 
from the serum gamma globulin in that the mo- 
lecular weight is from 23,000 to 38,000 instead of 
160,000. Since this patient had large amounts of 
proteinuria found on many occasions, I think it is 
safe to assume that her proteinuria was patho- 
logical. 


Trace Amounts 


There are transient causes of proteinuria such 
as in almost any severe infection, in congestive 
heart failure, acute rheumatic fever, etc., but 
these are usually only in trace amounts. Again 
the large amount of protein regularly foungl in 
this patient’s urine rules out these causes. There is 
one other condition I want to mention in passing 
because I would rather not talk about it in detail. 
This is toxemia of pregnancy. My feeling is that it 
is very clear-cut in the protocol that the patient 
had renal disease prior to her pregnancy. In the 
presence of pre-existing renal disease I find it very 
difficult to comment intelligently on toxemia, since 
the same symptoms may occur due to the under- 
lying kidney disease. 


Orthostatic proteinuria is a physiological con- 
dition in which the protein appears in the urine 
in the erect lordotic position. This occurs chiefly 
in patients under age 30 and can certainly give 
markedly positive tests for proteinuria. The con- 
dition is much more frequent in males than in 
females, however, and as far as is known, is a 
benign one. 


In one series, boys between the ages of 14 and 
16 were demonstrated to have 75 per cent ortho- 
Static proteinuria when positioned in certain ways. 
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In men 15 years older similar positioning gave 
only 35 per cent proteinuria. In view of the fatal 
outcome of this case, I feel this condition can be 
ruled out. 


Another rare condition which can cause pro- 
teinuria, edema, red and white cells and casts in 
the urine, is amyloidosis. However, this is usually 
secondary amyloidosis because the primary form 
of the disease does not involve the viscera. Since 
secondary amyloidosis is commonly found only 
complicating such diseases as tuberculosis, osteo- 
myelitis, ulcerative colitis and rheumatoid arthri- 
tis, and since the patient had no evidence of any 
of these processes, I feel this possibility is remote. 


Rare Cause 


Another rare cause of proteinuria is poisoning. 
The most common ones seen in this country are 
due to carbon tetrachloride or mercury, Carbon 
tetrachloride poisoning can give proteinuria, hy- 
pertension and cells and casts in the urine. This 
patient, however, had no history of exposure to 
carbon tetrachloride and since acute exposure 
leads to gastro-intestinal symptoms, I think we 
can be sure this was not present. 


In sub-acute or chronic exposure there is usually 
liver as well as kidney damage and in the absence 
of this I think we can rule out this entity. Mercury 
poisoning may also give proteinuria and cells and 
casts in the urine. Late in the course of the dis- 
ease hypertension and renal shut-down frequently 
occur. This can occur either in acute intoxication, 
usually a suicide attempt, or in chronic exposure. 
Here again the absence of a history of exposure 
and the lack of a stomatitis to suggest acute poi- 
soning or dermatitis to suggest chronic mercury 
poisoning, make this possibility unlikely. 


Sub-acute bacterial endocarditis can give pro- 
teinuria and microscopic hematuria anemia and 
emboli to the kidneys can lead to irreversible 
kidney damage. On the other hand, even if the 
kidney is involved in sub-acute bacterial endo- 
carditis there is rarely hypertension or casts in 
the urine. In this particular patient, moreover, 
since there is no evidence of any rheumatic or 
congenital cardiac lesions, there is no primary site 
for her endocarditis to start. 
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Fanconi syndrome is another rare cause of 
proteinuria. It is a variable complex of multiple 
defects in renal tubular function, characterized 
by generalized aminoaciduria, renal glycosuria and 
renal hypophosphatemia. The Fanconi syndrome 
can be congenital or acquired secondary to Wil- 
son’s disease, multiple myeloma, heavy metal poi- 
soning, etc. No attempt was made to test this 
patient’s urine for amino acids and a serum phos- 
phorous was never determined. A high serum phos- 
phorous would probably rule out this condition. 


Since the patient was 28 years old we would 
have to postulate that she had the acquired type 
of Fanconi syndrome because it would be unlikely 
for her to live this long with the congenital type. 
There is no evidence for any of the illnesses men- 
tioned above which usually cause the acquired 
type. Moreover, despite the massive proteinuria, 
this patient never had glycosuria. 


Nephrotic Syndrome 


The nephrotic syndrome is not actually a dis- 
ease entity but it certainly can cause massive ed- 
ema and massive proteinuria. It is usually also 
associated with a hyperlipemia, and hypoalbumine- 
mia. In this patient the edema, proteinuria, hyper- 
tension and the presence of cells and casts in the 
urine are all compatible with this syndrome. How- 
ever, there was none of the underlying diseases, 
such as lupus, syphillis, amyloidosis, etc. which 
usually cause a nephrotic syndrome, and her serum 
cholesterol of 105 mg. per cent is low instead of 
being elevated. Moreover, the serum albumin of 
3.6 gms. per cent is slightly low but much higher 
than usually found in this syndrome. 


Tuberculosis of the kidney can cause protein- 
uria, hematuria, pyuria and can certainly occur 
without overt evidence of pulmonary tuberculosis. 
This disease, however, is at least two to four 
times more common in males than in females, does 
not usually cause hypertension, and does not usu- 
ally lead to death by uremia. For these reasons 
I think it is an unlikely possibility here. 


Multiple myeloma causes proteinuria and ane- 
mia and hypertension, and certainly these patients 
can die in uremia. All of these things would be 
compatible with this patient’s course. The disease 
is usually found in older people, however, is more 
common in males than females in my experience, 
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and is usually associated with bone pain. The 
serum globulin is almost invariably increased since 
the myeloma protein usually occurs in the gamma 
globulin fraction. 


This patient’s urine was never tested for Bence- 
Jones protein but only 50 per cent of patients with 
proven multiple myeloma have this finding. It is 
of interest that recently, with electrophoretic 
studies, Bence-Jones protein can almost invariably 
be demonstrated in the urine of these patients. 
With the low serum globulin level in this patient, 
I think the diagnosis is quite unlikely. 


More Common in Males 


Polyarteritis can cause proteinuria, hematuria, 
uremia and anemia and hypertension. The patient, 
moreover, is in the right age group, i.e., the 20 to 
50 year old group, and this disease can present 
with renal lesions. Moreover, it is the only disease 
I can think of which would explain the eosino- 
philia noted on her first hospitalization. 


Factors against this diagnosis are that the 
disease is three times more common in males than 
in females, and that casts are not usually found 
in the urine. Moreover, since it is a multiple sys- 
tem disease one would expect evidence of skin 
lesions, neuritis, arthritis, etc., before accepting 


‘the diagnosis. Since we have no need to postulate 


much disease in this patient except in her kidneys, 
I feel that a diagnosis of polyarteritis is not 
tenable. 


Disseminated lupus erythematosis can give pro- 
teinuria, hematuria, pyuria and casts in the urine. 
It can also start with predominantly kidney symp- 
toms and the patient can die in uremia. Moreover, 
the patient is certainly the right age and sex for 
this entity. Things against this diagnosis are that 
it is unusual for it to be present with a low serum 
globulin and usually is associated with a leuco- 
penia. Although no LE preps were done it, too, is 
a multiple system disease and since only kidney 
involvement is certain in this patient I feel the 
diagnosis can not be made. 


Patients with polycystic kidneys can have all 
the urinary findings found in this patient and 
often die in uremia. The fact that the patient was 
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28 years old does not rule out this condition. There 
is, however, no family history of renal disease, no 
evidence of renal enlargement on the abdominal 
flat plate, and no abdominal masses were ever felt. 


Arteriolarnephrosclerosis is certainly a common 
disease in which patients can have proteinuria, 
hypertension and die in uremia. However, in this 
condition hematuria and casts are not commonly 
found. Moreover, there is no antecedent history of 
hypertension, something which is almost invariably 
present in arteriolarnephrosclerosis, In this case I 
would postulate that the hypertension was sec- 
ondary to renal disease and not the cause of it. 


Toxemia of Pregnancy 


I should like to mention in passing bilateral 
renal cortical necrosis, which is often associated 
with toxemia of pregnancy and necrotizing papil- 
itis which is often associated with diabetes mellitus. 
I feel that both of these are pathological rather 
than clinical diagnoses and as such I feel I cannot 
completely rule them out in this case. 


The question arises whether this patient had 
diabetes mellitus or not. One blood sugar was 
372 mg. per cent and she had two diabetic type 
glucose tolerance curves. However, the patient 
never had clinical symptoms of diabetes ang the 
blood sugar of 372 mg. per cent was followed in a 
few hours by one of 88 mg. per cent without any 
intervening medication. The possibility of a lab- 
oratory error must seriously be considered. More- 
over, the patient never had glycosuria, despite the 
reported blood sugars. 


Since the glucose tolerance curves may give 
diabetic type curves with laboratory errors under 
nutrition or a low carbohydrate intake prior to 
the time of the tests, and since this patient cer- 
tainly was not eating well when the tests were 
done, I do not feel they are valid. In short, I am 
unable to make a diagnosis of diabetes mellitus on 
the basis of information we are given here in the 
protocol. 

Kimmelstiel-Wilson disease can give proteinuria, 
edema, hypertension and ‘can certainly be fatal. 
Since the possibility of diabetes has not been ruled 
out, this entity’ must be considered. It usually 
occurs in patients who have had: diabetes for at 
least five years, however, and most frequently is 
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a late complication associated with retinopathy 
and uropathy. On occasion it is associated with a 
nephrotic syndrome and with a low serum al- 
bumin. Since none of these things were present in 
this patient, I feel the diagnosis is unlikely. 


Chronic pyelonephritis is probably the com- 
monest renal disease leading to uremia. The pa- 
tient had repeated catheterizations on her first 
admission, which might have predisposed her to 
this disease. The presence of proteinuria and cells 
in the urine and the possibility of diabetes mellitus 
are certainly all compatible. 


Against this diagnosis are the facts that only 
50 per cent of patients develop hypertension, and 
that she had renal disease on admission the first 
time without any prior history of infection. It is 
unlikely that this disease would cause casts in the 
urine. Moreover, there is no known evidence of 
urinary obstruction, which would predispose to 
this condition. I feel that while it is quite clear that 
the patient had a mild infection on her first ad- 
mission, I doubt that this was the primary event. 


Sore Throat 


Acute glomerulonephritis usually occurs in the 
setting of a streptococcal sore throat. Unlike acute 
rheumatic fever which may follow any anti-hemo- 
lytic strep infection, glomerulonephritis usually 
follows infections with types 12, 18, 4 and 25. The 
urinary findings in this patient are quite com- 
patible with this diagnosis on first admission and 
she could have gone on to develop chronic pyelon- 
ephritis subsequently. Since this is a disease of 
young people, she is in the right age group for it. 


The timing of the streptococcal infection, how- 
ever, is not quite right. This patient developed 
edema two and a half weeks prior to the onset of 
her strep throat instead of ten to 14 days after it. 
Moreover, the ASO titer was low, an unusual find- 
ing in acute glomerulonephritis. On her first ad- 
mission her hemoglobin was only 10.5 gm. percent, 
a distinctively unusual finding early in the course 
of acute glomerulonephritis. For these reasons I 


_do not feel that her first admission was due to 


this illness. 


Chronic glomerulonephritis can give ‘protein- 
uria, hypertension. and anemia and _ the~ other 
urinary findings found in this patient. Moreover, 
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it is commonly complicated by congestive heart 
failure, pneumonia and uremia. In our patient we 
would postulate that her first episode could have 
been an exacerbation of a chronic process. 


Since this usually comes three to four days after 
an infection rather than two weeks after one, the 
ASO titer is often not elevated, The patient’s sub- 
sequent course and the fact that her renal dis- 
ease became much worse during pregnancy, is 
typical of this entity. I am unable to find anything 
in the protocol that could not fit with this diag- 
nosis, although I realize that this does not there- 
fore prove that it is the correct one. 


I would just like to make a few comments about 
therapy in this case. This patient was given diu- 
retics on her first admission, a step which in my 
opinion should be done with extreme caution. I 
feel they should not be used at all in acute 
glomerulonephritis and are rarely indicated in 
chronic glomerulonephritis. 


I would agree that the best way to treat the 
anemia in uremia is with blood transfustions as 
was done here; although there is a mild hemolytic 
component in this type of anemia, the red cell 
survival time usually decreases to 70 to 80 days. 
The chief cause of the anemia appears to be bone 
marrow depression and therefore transfusions, 
rather than iron or B-12 therapy, are much more 
efficacious. 


Worthwhile Procedure 


The consultant who first saw this patient on her 
second admission felt that an obstructive uropathy 
should be ruled out. While this patient was so ill 
that it was never possible to do this, I would cer- 
tainly agree that it is a worthwhile procedure. As 
in any severe illness, one would not want to over- 
look a treatable condition. 


The protocal states that the patient was cathe- 
terized daily on her first admission to obtain urine 
for analyses. I find this hard to justify in view of 
the fact that this almost invariably causes urinary 
tract infection. 


Peritoneal dialysis was carried out on this pa- 
tient shortly before her death. I view this pro- 
cedure as only a temporary measure to be used in 
a reversible situation or conceivably an attempt 
to save a fetus. It is difficult to criticize its use in 
this particular patient, although one could surmise 
that it would probably be futile. 


In summary, I feel that this patient had chronic 
glomerulonephritis with a flare-up leading to her 
first admission here. She subsequently became preg- 
nant and in the second trimester developed more 
kidney findings, and the complications of anemia, 
congestive failure, hypertension, pneumonia, ure- 
mia and death. I doubt that she had diabetes 
mellitus but feel that it and chronic pyelonephritis, 
renal cortical necrosis and necrotizing papilitis 
cannot be ruled out clinically. 


Clinical Impression: Acute renal failure and 
pregnancy. 

Dr. Mongan’s Diagnosis: Chronic glomerulon- 
ephritis. 


Pathological Diagnoses: 1. Acute and chronic 
glomerulonephritis. 2. Broncho-pneumonia, bilat- 


‘eral. 3. Adrenal hemorrhages. 4. Post-partum 


status. 


Pathological Discussion: Dr. F. P. Bornstein: 

On autopsy we found a young woman meas- 
uring approximately 165 cm. in length and weigh- 
ing approximately 60 kg. The heart was enlarged, 
weighing 400- grams, suggesting that there was 
hypertension at one time, probably due to long- 
standing kidney disease. There was an extremely 


Figure 1 Figure 2 Figure 3 
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severe chronic bronchopneumonia. There further 
was, surprisingly enough, a bilateral adrenal hem- 
orrhage. I cannot explain the etiology. However, 
many of the shock-like symptoms of this patient 
might be explained by this additional complicating 
adrenal factor. 


The main interest naturally centers on the kid- 
neys, They weigh together 230 grams. They were 
of moderately firm consistency and had a slightly 
granular surface, with tiny yellow markings run- 
ning between the elevated granular lesions. The 
same yellow streaks were noted in the renal 
cortex, 


Microscopic examination revealed a classical 


pattern of sub-acute nephritis with so-called in- 
flammatory crescents and an additional acute in- 
flammatory lesion. It is obvious then that the sud- 
den death of this patient and the kidney lesions 
have nothing to do with the so-called toxemia of 
pregnancy. 


The patient had, as is indicated by the histo- 
logical findings in the kidney as well as by the 
hypertrophy of the heart, a kidney lesion of long 
standing. As is very common, an acute flare-up 
occurred during her pregnancy which finally threw 
her into renal failure. Additional complicating 
factors are bronchopneumonia and adrenal hemor- 
rhage. 


Cancer Conference to 


The 15th annual Rocky Mountain Cancer Con- 
ference will be held at Denver’s Brown Palace 
West, July 12, 13, and will feature panel discus- 
sions on “Detect Cancer in Time! Procedures, 
Problems and Solutions,” and “Neoplasms of the 
Female Genital Tract.” 


Presidents of both the American Cancer Society 
and the American Medical Association will parti- 
cipate in the two day program. Application has 
been made for A.A.G.P. accreditation for the 
Conference. 


Speakers on the Scientific program will include: 


be Held in Denver 


Ulrich R. Bryner, M.D. of Salt Lake City; Vincent 
P. Collins, M.D. of Houston; William Dock, M.D. 
of Brooklyn; Manuel E. Lichtenstein, M.D. of 
Chicago; John R. McDonald, M.D. of Detroit; 
and John A. Wall, M.D. of Houston, 


Morning sessions on both days of the program 
will be devoted to the panel discussions followed 
by round table luncheons with speakers. Individual 
papers will be delivered in the afternoon sessions. 


The Conference is co-sponsored by the Colorado 
Division of the American Cancer Society and the 
Colorado State Medical Society. 


STAFF PHYSICIAN 


Accredited 249 bed hospital, thoracic diseases, pediatrics, general medicine, 


rehabilitation chronic disease. 


Rural area, Sierra Nevada foothills. Starting salary $725-$766. Modern fur- 


nished house for family included. 


TULARE-KINGS COUNTIES HOSPITAL 


Springville 


California 
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Southwestern Physicians’ Directory 


SAUL B. APPEL, M.D. 
Certified by the American Board of Internal Medicine 


CARDIOVASCULAR DISEASES 


PASO MEDICAL CENTER Ave. 


El Paso, Texas 


ARTESIA MEDICAL CENTER 


Phone: 

Henry L. Wall, M.D., Suite A SH 6-231] 
General Practice 

Robert W. Harper, M.D., Suite B SH 6-2531 
Surgery and Gynecology 

Owen C. Taylor, Jr., M.D., Suite C SH 6-252) 
General Practice 

C. Pardue Bunch, M.D., Suite D SH 6-3321 
General Practice 

Gerald A. Slusser, M. D., Suite E SH 6-2441 
Surgery 

X-ray and Medical Laboratory SH 6-4200 


Fourth and Washington Artesia, New Mexico 


ANDREW M, BABEY, M. D. 


Certified by the American Board of Internal Medicine - 
CARDIOVASCULAR DISEASES 
250 West Court Avenue JAckson 4-448! Las Cruces, N. M. 


FRANK O. BARRETT 
ANESTHESIOLOGY ASSOCIATES 
J. A. Shugart, M.D. 
(Diplomate American Board of Anesthesiology) 
Jack Walker, M.D., J. W. Redelfs, M.D., Jack Ellis, M.D. 
B. F. Fehlman, M. D., C. G. Race, M.D. 

— ANESTHESIOLOGY — 
150! Arizona Ave. 
El Paso Medical Center KE 3-843! El Paso, Texas 


OTTO L. BENDHEIM, M. D. 
DIPLOMATE AMERICAN BOARD OF PSYCHIATRY & 
NEUROLOGY 


5051 N. 34th Street CRestwood 7-743! Phoenix, Arizona 


RAYMOND J. BENNETT, M. D. 


Diplomate of the American Board of Neurology and Psychiatry 
PRACTICE LIMITED TO NEUROPSYCHIATRY 


Suite 7A El Paso Medical Center 
Phene KE 2-1177 


150! Arizona Avenue 
El Paso, Texas 


JACK A, BERNARD, M.D., F.A.C.P. 
Diplomate American Board Internal Medicine 
INTERNAL MEDICINE 
CARDIOVASCULAR DISEASES 


El Paso Medical Center 1501 Arizona Avenue 


Suite 3C 
Phone KE 3-815! El Paso, Texas 


VICTOR M. BLANCO, M.D. 
Diplomate of the American Board of Surgery 


GENERAL AND CANCER SURGERY 
205 University Towers Building 


1900 N. Oregon St. KE 3-5519 El Paso, Texas 


CLEMENT C, BOEHLER, M. D., F.A.C.S. 
H, W. DEMAREST, M.D., F.A.C.S. 


Diplomates American Board Obstetrics and Gynecology 


Suite 8-A Medical Center 
Phone KE 2-659! 


1501 Arizona Avenue 
El Paso, Texas 


FREDERICK P. BORNSTEIN, M.D. 


Certified by the American Board of Pathology 
in Pathologic Anatomy and Forensic Pathology 
102 University Towers Bldg. 


1900 N. Oregon St. KE 2-390! El Paso, Texas 


LOUIS W. BRECK, M.D. 
W. COMPERE BASOM, M.D. 
MORTON H. LEONARD, M.D. 
MARIO PALAFOX, M.D. 
ZIGMUND W. KOSICKI, M.D. 
ADRIAN L. GRASS, M.D. 


The El Paso Orthopaedic Surgery Group 


1220 N. Stanton St. Telephone KE 3-7465 El Paso, lexas 


BASIL K. BYRNE, M.D., F.A.A.P. 
IRVIN J. GOLDFARB, M.D., F.A.A.P. 
Diplomates American Board of Pediatrics 
PEDIATRICS 


Suite 4A El Paso Medical Center 1501 Arizona Avenue 
KE 3-8487 El Paso, Texas 


ROBERT J. CARDWELL, M.D. 
( Diplomate American Board of Obstetrics and Gynecology) 


608 University Towers Building 


1900 N. Oregon St. KE 3-7587 El Paso, Texas 


ROBERT N. CAYLOR, M.D. 
Practice Limited to Ophthalmology 


508 University Towers Building 


1900 N. Oregon St. KE 3-4909 El Paso, Texas 


232 


SOUTHWESTERN MEDICINE 


53 
ae 
; 
| 
“See 
9 
= 
og 
a 
iz 
ee 
1 
= 
> 


